Glycosylated

Hemoglobin in Pregnancy
G lycosylated hemoglobin (HbAi) concentrations may be affected by pregnancy, but reports on the direction of the change have not been consistent (1) (2) (3) (4) (5) . A group of 167 normoglycemic Pima Indian women, aged 15-44 years, were each seen three times over a median of 2.7 years (25th, 75th centiles 1.6 and 3.4 years, respectively) to assess differences in HbAi and 2-h postload plasma glucose (2HPG) measured when the women were and were not pregnant. Changes in HbA L and 2HPG from a nonpregnant examination to the next pregnant (3rd trimester) examination and from a pregnant examination to the next nonpregnant examination were evaluated. On average, HbAj was significantly (P < 0.001) lower during pregnancy by 0.5%, regardless of the order of measurement ( Fig. 1 ). 2HPG was also lower during pregnancy by 0.14 mmol/1, but the difference was not significant (P = 0.34), and HbAi remained significantly (P < 0.001) lower during pregnancy even when controlled for 2HPG. The correlation between HbAi and 2HPG was 0.67 (P < 0.001) when the women were pregnant and 0.78 (P < 0.001) when they were not. These findings show that HbAj concentrations are lower when a woman is pregnant than when she is not despite the fact that the plasma glucose concentration is not significantly different. Regardless of the reasons for the reduction in HbAi during pregnancy, normality in pregnancy cannot be judged by nonpregnant standards. (1) . It may be an unpredictable but potentially deleterious complication of diabetic ketoacidosis in neurologically symptom-free or mildly symptomatic patients (2-5). Cranial computed tomography scans, measurement of cerebrospinal fluid pressure, and echoencephalography have shown a high frequency of alteration in brain volume, compatible with mild brain swelling during diabetic ketoacidosis (3) (4) (5) . We evaluated the diagnostic value of sensory evoked potentials (SEPs) in the detection of subclinical brain dysfunction during diabetic ketoacidosis.
Five patients (1 male and 4 female patients aged 20-66 years) with diabetic DIABETES CARE, VOLUME 19, NUMBER 12, DECEMBER 1996 Letters ketoacidosis were studied after admission to the intensive care unit. Diabetic ketoacidosis was defined as hyperglycemia (serum glucose, >300 mg/dl [16.7 mmol/1]), metabolic acidosis (arterial pH, <7.25; serum bicarbonate, <15 mmol/1), and ketosis (presence of urine ketones). On admission, laboratory data were as follows: blood glucose, 41.4 ± 18.1 mmol/1; pH, 7.1 ± 0.1; serum bicarbonate, 6.9 ± 2.5 mmol/1; and serum osmolality, 349 ± 40 mOsm/1. All patients received conventional fluid and low-dose insulin therapy Regular crystalline insulin was given as an intravenous bolus of 20 IU. The insulin therapy following was given as a continuous intravenous infusion at a rate of 3-6 IU/h, adjusted to each patients response. Fluid therapy was started with normal saline solution at a rate of 1,000 ml/h for the 1st hour, followed at a rate of 200-500 ml/h according to central venous pressure. If blood glucose was <250 mg/dl (14 mmol/1), 5% glucose solution was added to the intravenous replacement fluid. Patients did not receive sedatives at the time of study. Short-and long-latency SEPs were recorded according to standard methods 2 h after the onset of ketoacidosis treatment and 7 days after the normalization of the metabolic disorder, respectively (6) . At the time of study, all patients were neurologically asymptomatic (Glasgow Coma Scale Score 15) without deterioration of consciousness (except slight drowsiness) or any clinical signs of increased cerebral pressure.
Two hours after the start of therapy, cervical N13 to cortical N20 interpeak latency of SEPs (5.8 ± 0.3 ms) was significantly prolonged in all five patients, compared with age-matched healthy subjects (5.3 ± 0.2 ms, P < 0.05). The N20 peak latency (20.8 ±1.9 ms) of short-latency SEPs and the N35 peak latency (40 ± 6 ms) and the N70 peak latency (102 ± 13 ms) of long-latency SEPs yielded a significant delay in all five patients, compared with age-matched control subjects (N20: 18.6 ± 1.3 ms, P < 0.05; N35: 34 ± 2 ms, P < 0.05; N70: 76 ± 4 ms, P < 0.01). N13-N20 interpeak latency (5.1 ± 0.4 ms), N20 (19 ± 1.0), N35 (34 ± 4 ms), and N70 peak latency (70 ± 4 ms) normalized in all five patients 7 days after recovery from diabetic ketoacidosis. The amplitudes of the N20, N35, and N70 peaks showed no difference between the first measurement and the group of control subjects nor between the first and the second SEP recording. All values are expressed as means ± SD. Data were statistically analyzed by Students t test for paired and unpaired data.
Our study demonstrates that both the early and the late cortical components of SEP peak latencies are significantly prolonged in all five neurological asymptomatic patients with severe diabetic ketoacidosis. Since SEPs were significantly prolonged in all five patients, our findings indicate that subclinical brain dysfunction may be a common but transient complication in patients with diabetic ketoacidosis without any obvious clinical manifestation. Our results indicate that SEPs provide additional information in the cerebral monitoring of patients during the treatment of diabetic ketoacidosis.
